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In the newborn infant, petechiae with a 
distribution limited to the head and upper 
chest are not uncommon and are due to 
a temporary increase in venous pressure 
during delivery. In contrast, generalised 
purpura is rare and of the many possible 
causes, perhaps the most common is 
thrombocytopenia associated with idio-
pathic thrombocytopenic purpura (LT.P.) 
in the mother. One such case was encoun-
tered recently. 
The child was born from a 28-year old 
primigravida who in 1954, at the age of 
twelve years, had undergone splenectomy 
for LT.P. At that time, she presented with 
a history of easy bruising and petechiae· 
since the age of seven and at the menarche 
(at twelve years) there had been profuse 
menstrual bleeding which required blood 
transfusion. Her platelet count then had 
been around 4000/cu.mm. and after sple-
nectomy it had risen to 78000/cu.mm. 
(Fig. 1). Subsequently, her tendency to 
easy bruising had diminished and her 
menstrual flow had never been excessive. 
The pregnancy was uneventful except 
for three episodes of slight gingival bleed-
ing and occasional crops of generalised 
petechiae. She received no drugs except 
vitamins and minerals (Pregnavite). A 
blood test done when she was 34 weeks 
pregnant gave the following result: 
Hb: 13g% (88%), W.B.Cs: 15,500/cu.mm., 
N: 74%, L: 15%', M: 10%; Platelets: 
50,000/cu.mm. Film showed normochro-
mic R.B.Cs and no immature leucocytes. 
The bleeding time was 9 minutes and 
clotting time 5 minutes. 
The child was born on 8.5.71 at the 
Blue Sisters Hospital by Caesarean sec-
tion because of prolonged labour and ante-
rior second degree placenta praevia. Two 
pints of blood had to be given because 
of bleeding before and during section. At 
operation the uterus was noted to be free 
from any subserous haemorrhages or pete-
chiae and coaguLation appeared normal. 
After delivery Lt was noted that the 
mother had petechiae over the face and 
the neck and scattered bruises. A repeat 
blood test done on the fourth post-opera-
tive day gave Hb: 9.6g% (65%), P.C.V. 
33%, W.B.Cs: 48,000/cu.mm., Platelets 
100,000/cu.mm. The film showed slight 
anisocytosis of normochromic R.B.Cc. The 
W.B.Cs were normal but some of the 
platelets were large and mostly agranular. 
The male infant, weighing 3.6 kg 
(8 lb.), cr:ed straightaway at birth. On 
examination he had generalised purpura 
and areas of ecchymosis (Fig. 2). There 
was no hepatosplenomegaly. The femoral 
vein puncture site bled more briskly than 
usual and the Hess tourniquet test was po-
sitive. The report on the blood drawn at 
birth was: Hb: 14.5 gOfa' (98%), W.B.Cs 
23,5000/cu.mm .. N: 65·%, L: 26%, M: 8%, 
Platelets: 20,000/cu.mm. Film stowed 
slight hypochromia and macrocytosis, few 
poikilocytes and basophilic R.B.Cs. There 
were no normoblasts and no immature 
WBCs. 
The child was given 1 mg. Vitamin 
K j Lm. and nursed in an incubator. 
Although his general condition was satis-
factory, his sucking reflex was poor and 
he had to be tube-fed for ,the first four 
days. On the fourth day of life the platelet 
count ,was found to be less than 10,000/ 
cU.mm. and the bleeding time was consi-
derably prolonged. Because of the real 
danger of intracranial haemorrhage the 
infant was started on oral Prednisone 15mg 
daily (2mg/lb), with gradual lowering of 
the dose over the next seven days. In spite 
of this, the platelets continued ,to drop to 
an alarmingly low count and the dosage 
had to be stepped up again and continued 
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Fig.l Idiopathic Thrompocytopenic Purpura in Infant's mother - treated 
by splenectomy when she was l2years old. 
for over eight days (Fig. 3). By the 
eighteenth day of life the count had gone 
up to 30,OOO/cu.mm. ,and the Prednisone 
was then gradually diminished by 5mg. 
every two weeks and finally stopped. The 
platelet count at three months of age was 
around lOO,OOO/cu.mm. 
Comments 
The causes of neonatal thrombocyto-
penia are numerous (see Table), but ,the 
disorders in ,which thrombocytopenia may 
occur in both mother and infant are only 
three, viz: idiopathic thrombocytopenic 
purpura (LT.P.), drug-induced purpura and 
systemic lupus erythematosus. . 
The association of LT.P. in the mo-
,ther and her child and the demonstration 
of platelet agglutinins in both showed that 
the condition had an immunological basis 
(Jones et aI., 1961). It is due to the pas-
sage of platelet antibodies from ,the mother 
across the placenta to the child resulting 
in immunological destruction of the in-
fant's platelets and neonatal purpura. The 
subject of LT.P. in pregnancy has been 
well reviewed by Goodhue and Evans 
(1963) who found that the most impor-
tant factor in determining whether the 
150 
Fig. 2 
infant of a mother with LT.P. will be af-
fected or not is the stage of activity of the 
mother's disease at the time of delivery. 
If the platelet count is normal, then the 
chances are that the infant will not be 
affected. However,· it is still possible for 
the maternal platelet antibody to persist 
in mothers who have undergone splenec-
tomy or who are indinical remission, thus 
causing thrombocytopenia in their off-
spring. 
Neonatal thrombocytopenia presents 
as generalised pe~echiae, purpuric spots 
and bleeding from various sites, e.g. mae-
lena, haematuria ap.d umbilical cord hae-
morrhage. Usually, the sole danger is from 
intracranial bleedi'p.g, which accounts for 
the estimated mortality of 8-10'% (Antho-
ny and Krivit, 19~2). The maximal signs 
of bleeding occursoon after birth but in 
mild cases there may be minimal, delayed 
or no bleeding at all, in which case the 
only abnormally ~would be thrombocyto-
penia. The low platelet count may persist 
for up to four months but the risks of 
haemorrhage are greatest in the first week 
of life. Serological tests for platelet anti-
bodies are difficult to perform and to 
interpret. 
In most cases no treatment is needed 
as the cond:,tion is mild and resolves spon-
taneously. With severe thombocytopenia, 
one must treat actively because of the 
threat of intracranial bleeding. The meth-
ods qf treatment available are: exchange 
transfusion with fresh blood (to remove 
platelet antibody from the infant), platelet 
transfusion and corticosteroids. Opinions 
differ as ,to the value of the latter, but 
whatever the treatment used it is difficult 
critically to evaluate its effectiveness 
because of the marked variations in the 
clinic.al severity of this condition. It is not 
surprising, therefore, that the value of 
steroids is still unproven. Splenectomy is 
a definUe contraindication in young child-
ren because of the risk of overwhelming 
infection. 
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Fig.3 Thrombocytopenic Purpura in Neonat~ 
- Steroid Treatment. 
Causes of Neonatal Thrombocytopenia 
(modified from Oski and Naiman 1966) 
(1) Immune disorders: 
(a) Passive - LT.P. 
- Drugs e.g.: Sulphas, 
Quinidine. 
- Systemic lupus erythe-
matosus. 
(2) Infections: 
(a) Bacterial - Septicaemia 
- Syphilis 
(b) Viral - Rubella 
- Herpes simplex 
- Cytomegalovirus 
(c) Protozoal- Toxoplasmosis 
(3) Bone Marrow defects: 
(a) Megakaryocytic Hypoplasia 
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(b) Active - Isoimmune: Platelet-
group incompatibility 
- Associated with Rhesus 
Incompatibility. 
i) Isolated - Congenital hypoplastic 
thrombocytopenia. 
ii) With Congenital Anomalies -
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- absent radii 
- rubella syndrone 
- with pancytopenia 
(F,anconi's anaemia). 
(b) Congenital Leukemia 
(4) Hereditary Thrombocytopenias: 
(a) Sex-Linked - including Aldrich's syn-
drome 
(b) Autosomal - dominant and recessive 
forms. 
(5) Miscellaneous: 
i) Giant Haemangioma 
ii) Disseminated Intravascular Coagula-
tion. 
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Paper read at a special meeting at the 
New Charing Cross Hospital, London, on 
the 29th September 1971, to discuss the 
subject of Pyloric Regurgitation. 
The possibility of duodeno-gastric re-
flux and its effect on the stomach have 
interested physicians for some time. Up 
to a few years ago the only radiological 
examination for the pylorus was the stand-
ard barium meal, which cannot show 
whether or not such regurgitation occurs. 
Workers have been searching for a suit-
able test for pyloriC function and now va-
rious types are available. 
Briefly bile regurgitation can be de-
duced by two methods: 
A) Isotopes Studies 
B) Radiology. 
A) Isotopes 
Various isotopes can be used which 
combine with bile salts - and presumably 
the pancreatic juices - and their presence 
in the stomach can be detected and quan-
titatively measured. Recently Rhodes, 
Barnado, Phillips, Ravelstad and Hofmann 
(1969) measured such bilious regurgitation 
after labelling of the bile acid pool using 
1.IC chenodeoxycholic acid by mouth. 
B) From Radiological studies it can 
be inferred that if barium, which is intro-
duced into the proximal duodenum, pours 
back into the stomach, then the duodenal 
juice should do the same. 
There are two ways for introducing 
barium in the proximal duodenum: 
a) Antegrade intubation this 
usually follows the technique as described 
by Capper, Airth and Kilby (1966). 
b) Retrograde flow - this entails 
filling the duodenum retrogradely through 
an enterostomy or an indwelling T-tube in 
the common bile duct in cholecystectom-
ized patients as described by Nelson (1969) 
and Beneventano and Schein (1970). 
When we started doing these studies, 
suitable isotopes were not available for 
us. Besides, being a radiologist, I was 
